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rheumatic origin. In the early stages there is not much deformity of
the valve; the changes are not sufficient to give rise to characteristic
physical signs of mitral disease. As the disease progresses, all degrees
of narrowing of the auriculo-ventricular channel may be observed.
When mitral regurgitation as a predominant functional defect becomes
a preponderant stenosis in the later phases of the malad\, the post-
rheumatic fihrosis may be succeeded by a rigid bone-like structure
from calcification of a part or the whole of the valve cusp with a
button-hole, fish-mouth, or funnel-shaped opening (see p. 293).
Occasionally mitral stenosis develops in the course of subacute bacterial Other
endocarditis from obstruction of the mitral orifice by the large ulcerated °lt
vegetations which characterize this infection. Mitral stenosis due to
atherosclerosis with calcification of the cusps is sometimes seen in
senile hearts. Regurgitation without stenosis may develop from endo-
carditis in the early stages of inflammation, but this functional defect
is difficult to determine at necropsy. There is pathological evidence to
support the view that it can occur in the later stages of the disease from
sclerosed and shortened chordae tendraeae, a rheumatic inflammatory
process with dilatation of the auriculo-ventricular ring in consequence
of great enlargement of the left ventricle.
A heart-muscle poisoned by rheumatism and the additional work Dliataftonamd
required of the heart as a result of the valvoiar defect are recognized hyp*rtrophy
causes of dilatation, and hypertrophy of one or more of its chambers.
The Increased load from mitral stenosis is chiefly carried by the left
auricle and the right ventricle, and it is la these chambers more than
the others that the greatest degree of enlargement may be expected.
There may, however, be an equal distribution of hypertrophy in both
ventricles., and dilatation may be conspicuous in either or both of the
auricles. The heart-muscle does not always show the characteristic
signs of a rheumatic inflammatory reaction unless heart failure has
developed during the acute or subacute stages of the infection. Apart
from hypertrophy the myocardium may be histologically normal. The
heart in these cases is hypertrophied and dilated as a result of the
increased work imposed upon it by the valvular lesion, and failure may
develop from an exhausted heart-muscle presenting no gross signs of a
diseased myocardium: other unknown factors are also responsible for
enlargement and myocardial failure.
There are no symptoms distinctive of mitral stenosis. When subjective
sensations are complained of, they cannot be assessed in terras of the
valve defect if the equilibrium of the circulation is disturbed by com-
plications which arise during the development of the lesion. Although
mechanical obstruction of the mitral orifice increases the work of the
heart, the reserve force and accommodation capacity of the heart are
sufficient to prevent arty reduction in the normal output of Mood from
the ventricles during each cardiac cycle. Without an effective com- ffiec*aw*wpt'!
pensatory mechanism mitral stenosis would be expected to result in
a lowering of the pressure in the left ventricle, an increase of pressure

